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ABSTRACT

A 59-year-old man with diffuse large B-cell lymphoma, recently diagnosed from a renal biopsy, presented to the emergency
department with melena, dizziness, and epigastric pain. He was tachycardic and had a hemoglobin level of 6.4 g/dL. Esoph-
agogastroduodenoscopy revealed isolated gastric fundal varices with stigmata and no esophageal varices. Abdominal ultrasound
with Doppler showed a normal-appearing liver, patent splenic vein and hepatic vasculature, and no splenic vein thrombosis. He was
managed supportively and discharged. A positron emission tomography-computed tomography scan for staging later revealed
extensive neoplastic involvement of the pancreas, gastrohepatic ligament, celiac trunk, and perigastric and splenic hilar regions.

INTRODUCTION

Portal hypertension is a well-understood sequela of liver cirrhosis. Approximately 20% of patients with portal hypertension present
with gastric varices, of which gastroesophageal type varices comprise the majority.1 Portal hypertension may also arise in non-
cirrhotic individuals because of isolated obstruction of the splenic vein, a syndrome known as left-sided portal hypertension (LSPH).
LSPH most commonly arises from splenic vein thrombosis and less commonly from splenic vein obstruction due to neighboring
mass effect.2 LSPH can result in the formation of isolated gastric varices (IGV) due to retrograde drainage through the short gastric
and gastroepiploic veins—these varices can potentially result in life-threatening upper gastrointestinal bleeding (UGIB).2,3 We
present a case of diffuse large B-cell lymphoma (DLBCL) causing UGIB through the formation of isolated gastric fundal varices
(Sarin classification: IGV-1).1

CASE REPORT

A59-year-oldmanwith a history of schizophrenia, substance use disorder (alcohol, cocaine, marijuana, and tobacco), hypertension,
hypothyroidism, gout, and hepatitis C presented from a long-term inpatient psychiatric hospital with sudden-onset right-sided flank
pain. Computed tomography (CT) scan of the abdomen and pelvis revealed a low-attenuating lesion with mild enlargement in the
upper pole of the right kidney, 2 low-attenuating lesions in the spleen, and retroperitoneal lymphadenopathy. CT-guided biopsy of
the kidney lesion revealed a high-grade DLBCL. Treatment planning was initiated with medical oncology, and the patient agreed to
undergo chemotherapy; a whole-body positron emission tomography-CT (PET-CT) scan for staging was scheduled. Abdominal
ultrasoundwithDoppler at this time showed a normal-appearing liver, patentmain hepatic arteries, patent hepatic veins, and patent
main, right, and left portal veins with hepatopetal flow. There were no ascites, but 2 hypoechoic splenic masses were detected.

Onemonth later, the patient presented to the emergency department after experiencing 3–4weeks ofmelena, generalized abdominal
pain, nausea, lightheadedness, and malaise that acutely worsened over the past day. Vital signs were significant for tachycardia with
a heart rate of 101 beats/min and relative hypotension with a blood pressure of 110/70 from a baseline of 140/90s. Physical
examination was significant for skin pallor and epigastric tenderness. Laboratory results revealed a hemoglobin level of 6.4 g/dL
(baseline of 13.6 g/dL). The patient was resuscitated with 2 units of packed red blood cells and underwent an emergent
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esophagogastroduodenoscopy, which showed IGV-1 with
stigmata of recent bleeding and no esophageal varices
(Figure 1). The patient was managed conservatively with in-
travenous octreotide, carvedilol, and pantoprazole. Repeat
liver ultrasound with Doppler was performed, which showed
a normal-appearing liver with patent splenic vein and hepatic
vasculature; no thrombosis was noted. He was discharged 2
days later in a stable condition on propranolol for variceal
bleeding prophylaxis. One week later, he underwent the
staging PET-CT, which revealed neoplastic involvement of the
entire pancreas, gastrohepatic ligament, celiac trunk, peri-
gastric, and splenic hilar regions with highly avid fluo-
rodeoxyglucose uptake and was started on rituximab,
cyclophosphamide, doxorubicin, vincristine, and prednisone
(R-CHOP) chemotherapy 2 weeks later (Figure 2). After
completing 6 cycles of R-CHOP, a postchemotherapy PET-CT
(8 months after the initial PET-CT) demonstrated complete
remission. At this point, the patient was discharged from the
psychiatric hospital and was subsequently lost to follow up.
However, he had no further known episodes of UGIB.

DISCUSSION

The most common cause of LSPH is splenic vein thrombosis
from pancreatitis or pancreatic malignancies.2 Since the splenic
vein is located directly posterior to the pancreas, other pan-
creatic diseases such as abscesses and pseudocysts can also in-
volve the splenic vein.4 However, there are also many
nonpancreatic disorders that have been reported to cause
splenic vein obstruction, such as surgical procedures,metastatic
malignancies, lymphoma, splenic artery aneurysms, and
hypercoagulation disorders.2 Whether splenic vein obstruction
occurs internally or externally, the end result is the same with
elevated left-sided portal pressures; IGV develop as collateral
pathways to decompress this high-pressure system.

Compared with esophageal varices, gastric variceal bleeding
generally follows a more severe course in terms of blood loss,
length of hospital stays, and mortality.5 Although IGV-1 has
a relatively low prevalence (7%), a high proportion of these
patients (73%–78%) present with moderate to massive
bleeding.1,6,7 Initial management of gastric variceal bleeding is
focused on reducing portal pressures with vasoactive drugs
such as octreotide, terlipressin, or somatostatin.8,9 Gastric
variceal obturation with cyanoacrylate glue is accepted as the
first-line endoscopic treatment for gastric variceal bleeding
because other endoscopic interventions such as sclerotherapy
and band ligation have fallen out of favor because of lower
initial hemostasis and higher rebleeding rates.6,8 However,
cyanoacrylate glue is not currently approved by the Food and
Drug Administration in the United States for this particular
indication. In appropriate candidates, interventional radiol-
ogy procedures such as transjugular intrahepatic portosyste-
mic shunt (TIPS) and balloon retrograde transvenous

Figure 1. Esophagogastroduodenoscopy of the stomach showing
gastric fundal varices with stigmata of recent bleeding (arrow).

Figure 2. Abdominal positron emission tomography-computed to-
mography showing significant neoplastic extension.
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obliteration (BRTO) have also proven successful at controlling
gastric variceal bleeding and are especially effective at pre-
venting rebleeding complications.6 Our institution does not
routinely perform gastric variceal obturation; all cases of
gastric variceal bleeding that present to our institution,
whether they are actively bleeding, are evaluated for TIPS or
BRTO if the patient is not a suitable candidate for TIPS. In
cases of massive bleeding, balloon tamponade may be used as
a bridging therapy to TIPS or BRTO.

We report a rare case of DLBCL causing IGV-1 in the ab-
sence of any appreciable liver disease or evidence of splenic
vein thrombosis. Extensive neoplastic involvement of
regions that largely overlap with the splenic portion of the
portal venous system suggested that mass effect on the splenic
vein was the most likely etiology of IGV-1 development. To
our knowledge, we have only found 5 case reports published in
peer-reviewed journals of lymphoma causing UGIB through
IGV.4,10–13 Our patient was managed conservatively with
a nonselective b-blocker, vasoactive agent, and proton pump
inhibitor. The decision to manage our patient conservatively
was multidisciplinary in nature, with active communication
between the medical oncology, gastroenterology, and internal
medicine teams. Considering that (i) the patient had presented
after weeks of chronic melena without frank hematemesis or
hematochezia; (ii) the esophagogastroduodenoscopy had
revealed no active bleeding; and (iii) the patient had agreed to
begin chemotherapy immediately, the decision was made to
monitor the patient for several days and then to begin treat-
ment of the underlying condition instead of pursuing more
invasive measures such as TIPS or BRTO at the start. As such,
our patient successfully completed R-CHOP and had no fur-
ther known episodes of UGIB.
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